Aging is associated with increased visceral fat, and recent studies suggested that in turn, visceral fat could influence longevity. We therefore tested whether obesity could be a condition of premature aging. Whole-genome microarray analysis of gene expression between obese mice, aged mice and their respective controls, revealed that long-term adaptations in gene expression in visceral fat upon aging are different from those occurring during fat accretion in young adult animals, suggesting specific, divergent and non overlapping pathways of regulation. It is well recognized that aging is associated with an increase in fat deposition, especially in the white adipose tissue (WAT) of the visceral area. It is also established that an increased amount of visceral WAT greatly contributes to the metabolic abnormalities occurring upon aging (for example, glucose intolerance, dyslipidemia). Conversely, recent studies in mice and in humans have indicated that WAT accumulation could negatively influence longevity, 1,2 whereas a surgical or genetically engineered reduction in WAT mass in rodents could prolong lifespan. [3] [4] [5] [6] This has led various investigators to the postulate that obesity could be considered as a condition of premature metabolic aging. We explored this hypothesis by profiling obesity and agemediated changes in gene expression in visceral WAT using whole-genome microarray technology in mice. Differences in gene expression levels between young (4 months old) and adult (12 months old) male wild-type mice were plotted against the differences in gene profiles between 4-month-old obese ob/ob and wild-type male mice of the same age. Compared to their controls, the expression levels of 1414 and 1623 genes (out of 28 853) were significantly modified by obesity and aging, respectively. Single regression analysis indicated the absence of a significant relationship between the two conditions, with a R 2 of 0.001212 (Figure 1 ). We thus conclude that, with respect to WAT fingerprints, obesity cannot be considered as premature aging. These data rather indicate that long-term adaptations in gene expression in visceral WAT upon aging are different from those occurring during fat accretion in younger adult animals. This suggests that the molecular pathways of regulation involved in these conditions are divergent and specific, or at least not transposable and not overlapping. These observations also argue for the use of proper models for research aiming at new targets for age-associated disorders. 
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